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A B S T A C T
We present a case of 77 years old male with suspected giant cell arteritis. With anamnesis, physical examination, im-
munological tests, Colour Doppler ultrasonography of superficial temporal artery and finally with patohistological anal-
ysis of temporal artery biopsy, we came to right diagnosis.
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Introduction
Giant cell arteritis, also referred to as temporal arte-
ritis, cranial arteritis and granulomatous arteritis, occur
in people over the age of 50 years.1–4 In many populatins,
it is one of the most frequent forms of vasculitis. Tempo-
ral arteritis is sometimes diagnosed clinically, but The
American College of Rheumatology requires three of the
following five criteria to be met to establish the diagno-
sis: age ³50 years, new onset of localized headache, tem-
poral artery tenderness or decreased pulse, erythrocyte
sedimentation rate ³50 mm per hour, and histologic find-
ings.5 Duplex ultrasonography of the temporal arteries
also can be used in the diagnosis of temporal arteritis.6
Case Report
A seventyseven years old man who suffered heart at-
tack 23 years ago, regulary checked by cardiologist, came
to our ambulance because of health problems which were
present during last three months. Leading symptoms
were severe headache, fever, intensive perspiration and
scalp pain, together with thickned and nodular both tem-
poral arteries. His eyelids were swollen, and on one occa-
sion patient had sudden onset of blindness and ischemic
claudication of the jaw particulary during chewing, and
because of it his molar was extracted, but pain remained
present after extraction. Treatment with non-steroid
anti-inflammatory drugs (NSAID) was unsuccessful. Pa-
tient had significant loss of appetite, weight loss about 12
kg, and significant muscle atrophy. Because of high ery-
trocyte sedimentation rate (ESR) and high C-rective
protien (CRP) values, patient was examined by infecto-
logist, and later by neurologist, he recived high doses of
antibiotics and analgetics, but treatment was unsuccess-
ful. After 2.5 months since first onset of symptoms pa-
tient came to our ambulance, and after careful examina-
tion we have established working diagnosis of giant cell
arteritis. Because of poor general health condition we
have immediately started therapy with prednisone 60
mg/day, without diagnostic test results.
Laboratory findings were: ESR 74 mm/h, CRP 43
U/mL, normochromic, noromocytic anaemia, antinuclear
factor (ANF) 1 : 320, cytoplasmatic flourescent type,
rheuma factor (RF) latex 133 U/mL, WaaleRose (WR) 96
IU/mL, p-ANCA 0.4 U/mL, c-ANCA 0.2 U/mL, LA 1.40,
aCL: IgG 91.2 U/mL, aCL IgA 29.9 U/mL, aCL IgM 17.8
U/mL. Serology tests for Borelia Burgdorferi were nega-
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tive, and serology tests for Ebstein-Baar virus (EBV) and
cytomegalo virus (CMV) pointed to earlier contact, with-
out clinical disease manifestation. Figures 1 and 2 show-
ing pathohistological findings of surigaclly obtained sam-
ple of right temporal artery (diameter 0.3–0.4 cm, lenght
4 cm) with significant proliferation of subintimal layer
with severe lumen narrowing, and in tunica media are
present granulomatous nodules composed of epitheloid
cells and multinuclear giant cells enlargement 200 and
400 times.
Color doppler ultrasonography showed in left superfi-
cial temporal artery wall minimal hyperechogenic athe-
romatous plaqes, with satisfactory flow speed and nor-
mal spectral curves. Ultrasonography of right superficial
temporal artery showed severe hyperechogenic artery
wall thickening with significant lumen occlusion. Spec-
tral curves showed increased vascular resistance in en-
tire arterial segment.
Pathohistology findings and Color Doppler ultraso-
nography confirmed our working diagnosis of giant cell
arteritis. Upon confirmation we continued initial ther-
apy, and patient was discharged from hospital in good
general health condition and with normal laboratory
findings. Control examinations, after 30 and 60 days
didn’t showed any significant changes in patients health
condition.
Discussion
Giant cell arteritis, is the most common steroid-sensi-
tive arteritis of large-sized arteries, associated with local
and systemic inflammatory signs7. Examples of those lo-
cal manifestations include sudden headache onset, sud-
den blindness, temporal artery irregularity, ischemic jaw
claudication, scalp necrosis. Systemic manifestations in-
clude fever, anorexia, weihgt loss, and polymyalgia rheu-
matica syndrome. Based on established clinical criteria,
it is possible to differentiate temporal arteritis from
other forms of vasculitis; sensitivity and specificity of
those criteria are 93.5% and 91.2%, but when used in
clinical practice on individual patient, it is difficult to as-
sess their diagnostic value8. Clinical manifestations of
temporal arteritis could be very diverse among patients.
According to reports, sudden headache onset is most
common single symptom, but most of adult population
doesen’s have temporal arteritis9,10. However, temporal
artery irregularity, ischemic jaw claudication, scalp ne-
crosis, and sudden blindness are suggestive symptoms of
temporal arteritis, but they are not always present. Con-
stitutional symptoms are nonspecific, but they can point
out way to correct diagnosis. Presence of polymyalgia
rheumatica syndrome significantly suggest diagnosis of
temporal arteritis, because almost 40% patients with
temporal arteritis have polymyalgia rheumatica syndro-
me, and many patients with polymyalgia rheumatica
syndrome have occult temporal atreritis confirmed by
biopsy11,12. However, routine biopsy isn’t advisable for all
patients with polymyalgia rheumatica syndrome because
if polymyalgia rheumatica is treated correctly, number of
complications is relatively small13.
Importance of early diagnosis is very significant. Com-
plications, such as blindness, could be avoided by early
establishment of correct diagnosis, and usage of suitable
therapy. Unilateral blindness in assotiation with tempo-
ral arteritis is mostly permanent, and without proper
treatment patient will develop bilateral blindness within
several weeks. Proper treatmnet, altrough it is not pro-
ven, could reduce risk of developing aneurysm and dis-
section of large seized arteries, including aorta and its
large branches14. Golden standard for temporal arteritis
diagnosis is biopsy and pathohistological analysis of tem-
poral artery15.
Diagnostic procedures alone, without pathohistolo-
gical verification are insuficient for confirmation or ex-
clusion of temporal arteritis, once suspected. Published
sensitivity for unilateral temporal artery biopsy is ap-
proximately 90%, and sensitivity for bilateral temporal
artery biopsy is insignificantly higher16. Noumerous dis-
advantages of biopsy could be reduced by obtaining sam-
ple from a affected side, resecting long arterial segment,
and by careful examination of serial cuts in short inter-
vals17,18. It is crucial to recognise other forms of arteritis
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Fig. 1 Patohistological findings of surigaclly obtained sample
of right temporal artery hemalaun-eosin staining.
Fig. 2 Patohistological findings of surigaclly obtained sample
of right temporal artery Mallory’s staining.
that could affect temporal artery: polyarteritis nodosa,
Curg-Strauss syndrome, Wegener’s granulomatosis19.
According to available evidence and clinical experience,
unilateral biposy of affected side is sufficient for diagno-
sis, reserving bilateral biopsy only for patients with con-
stant and high suspicion for disease.
However, immediate bilateral biopsy increase sensi-
tivity16.
Altrough, even bilateral temporal artery biopsy isn’t
perfectly sensitive, it is sensible to treat patient with just
clinical suspicion for temporal arteritis, even with nega-
tive unilateral or bilateral biposy, but this applies only
for patinets with high clinical suspicion and if other
posible diseases are excluded. Nevertheless temporal ar-
tery biopsy has only slight risk for complications develop-
ment (<0.5%), such as bleeding, scar, infection, poor
wound healing, facial nerve injury, and stroke20,21, some
patients refuses invasive way of treatment. In that case
alternative is Color Duplex ultrasonography22.
In one study of the 30 patients with temporal arte-
ritis, 73 percent had a hypoechoic halo around the perfu-
sed lumen that disappeared with treatment23. That halo
might be a sign of fluid in the artery wall. Indeed, edema
has been described in temporal arteritis24, although it is
difficult to document histologically. Ultrasonography
identifies a different aspect of the disease (edema) than
histologic analysis (cell infiltrates), yet both types of find-
ings may be sign of arteritis23. In three studies of 30 to 59
patients with temporal arteritis, Doppler ultrasonogra-
phy identified abnormalities in 77 to 90 percent of the
patients25–27. In contrast to conventional Doppler ultra-
sonography, duplex ultrasonography can distinguish be-
tween aplasia and occlusion of the vessel because of the
imaging capabilities of the B-mode ultrasound. The su-
perficial temporal artery was found to have an abnormal
course in 0 to 8 percent of cadavers28–30. Stenosis or oc-
clusion may also occur in persons without temporal arte-
ritis, although they are less common. Continuous-wave
Doppler ultrasonography identified abnormalities in 9 to
18 percent of control subjects18,25 and in 20 to 24 percent
patients with negative histologic findings who were sus-
pected of having temporal arteritis31,25,27. Duplex ultra-
sonography of the temporal arteries can be used in the
diagnosis of giant cell arteritis and polymyalgia rheu-
matica as follows. Patient with typical clinical findings
and halo on ultrasonography might be treated without a
biopsy, unless is a reason to suspect to another vasculitis.
Patient who have only stenoses or occlusion or no ab-
normalities on ultrasonography should still undergo bi-
opsy. Patients with clinical symptoms of polymyalgia
rheumatica who have no signs of giant cell arteritis but
with abnormal findings on ultasonography, should un-
dergo biopsy and be treated with coticosteroids to pre-
vent the blindness, at least until the biopsy results are
known.
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TEMPORALNI ARTERITIS: KAKO DO DIJAGNOZE? – PRIKAZ SLU^AJA
S A @ E T A K
Prikazujemo slu~aj 77 godina starog mu{karca sa sumnjom na temporalni arteritis. Anamnezom, klini~kim pregle-
dom, imunolo{kim testovima, Color Doppler ultrazvukom i kona~no histolo{kom analizom uzorka temporalne arterije
postavili smo to~nu dijagnozu.
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